Progressive familial myoclonus epilepsy, a rare disease, was first described in five siblings by Unverricht (1891) . Grand mal fits, myoclonic jerks, and progressive mental and physical deterioration are the main clinical features. Lundborg (1913) reported similar cases and divided the disease process into three stages: (1) epileptic, (2) myoclonic, (3) terminal.
We report seven cases occurring in three families.
FAMILY A, CASE 1 I.R., an 18 year old girl, had a normal birth and development. She started school at the age of six years. Myoclonic jerks appeared at 10 years of age and were localized to the upper limbs. They became more frequent and generalized and caused her to fall. Within a few months, attacks of loss of consciousness developed and she had to leave school. The myoclonic jerks were present during sleep and increased under stress. They were precipitated by sudden loud sound and excitement. On examination (10 March 1973) ataxia was her only abnormality. Investigations including skull radiographs, CSF analysis, complete blood picture, liver function tests, and serum electrolytes were normal. The EEG showed paroxysmal spikes, multispikes, and spike/ sharp wave complexes which were localized and diffuse (Fig. 1) .
CASE A2
B.R., aged 25 years, was the sister of case Al. Birth and development were normal. Her illness started as (Accepted 29 April 1975.) falling attacks at 15 years of age which were followed by grand mal fits. After several months myoclonic jerks appeared and became progressively more frequent and generalized. She was ataxic in her gait, dysarthric, and dropped objects. During the next five years she deteriorated and became bedridden, incontinent of urine and faeces, speechless, and inaccessible. Her vision and hearing were apparently preserved. Neurological Harriman and Millar (1955) were able to classify the cases collected from the literature into three groups: 1. Lafora bodies group: there was diffuse distribution of intracellular Lafora bodies in the central nervous system. 2. Cases with lipid inclusion bodies: the intracellular inclusion bodies consisted of lipoid material.
3. Degenerative group: these cases showed degeneration of the neurones and tracts of the central nervous system.
In this paper, seven cases of progressive familial myoclonic epilepsy occurring in three families are described. In family A three siblings out of five were affected, two of whom were seen by the authors and the other died 10 years ago. The onset was at between 10 to 15 years of age and started as falling attacks followed by grand mal fits and then myoclonic jerks. Cases 2 and 3 died in a demented state. Evidence of cerebellar impairment was present in all three. The parents were not related and were free from nervous system disorder. In family B the age of onset was between 9 and 10 years and the illness started as myoclonic jerks in one patient and as a cerebellar disorder in the other. In both of them the myoclonic jerks increased in amplitude and ended in generalized convulsion and loss of consciousness. Case Bl died last year and case B2 is deteriorating. The parents were first cousins and in good health. In family C, the age of onset was between 12 to 13 years and the illness started as myoclonic jerks followed by ataxia and dysarthria. Grand mal fits were present in one patient and pyramidal system defect in the other. The parents are second cousins and in good health.
Our cases fulfil most of the criteria suggested by Schwartz and Yanoff (1965) and Janeway et al. (1967) . The onset was in adolescence, consanguinity between parents was common, and clinically there were myoclonus, grand mal fits, and cerebellar defect. Some of the patients reached the terminal stages and died within six to 10 years from the onset, others are progressively deteriorating, and the rest are in the early phase of the syndrome. Nystagmus and optic atrophy, seen in one patient, have not been described in other studies. All cases were in one generation and the parents were free from nervous system disease.
In all patients the EEG was abnormal, showing localized or diffuse spikes, multispikes, or spike and sharp wave complexes. Unfortunately, no histopathological findings are available but on clinical grounds we suggest that these cases belong to the Lafora bodies group of progressive familial myoclonus epilepsy. Watson and DennyBrown (1953) 
